In KS, the ultimate evidence of a causal role for HHV-8 is still lacking. Among many aspects of HHV-8 biological properties still to be clari¢ed are its serological prevalence in the general population, in which of the host cells the virus may remain latent and those in which it may multiplicate, and the factors disturbing the virus^host balance.
Other HHVs, therefore, may be important in KS. For example, CMV, EBV, HHV-6 and HHV-7 alone or in association may act as co-factors and transactivators. Only a handful of studies have veri¢ed such a possibility. CMV, HHV-6 and HHV-7 have been detected in skin specimens from AIDS-associated KS (5), though their prevalence was similar or lower than in normal skin of AIDS patients without KS. In 7 of 22 classic KS, EBV has been found in the lesional skin and in 4 of them it was associated with HHV-8 (6). Lastly, such an association has also been found in a single patient with iatrogenic KS (7).
In our study, which is probably the largest one on non-AIDS-associated KS for HHVs other than HHV-8, we were unable to con¢rm that HSV, CMV, EBV, HHV-6 and HHV-7 play an aetiological role.
